Ulcerative disease of the anorectum is one of the most debilitating complications of AIDS. The aetiologies are numerous and only a thoughtful and prudent evaluation will lead to proper treatment protocols.
Critical to this discussion is the fact that both benign and AIDS specific diseases may present as ulcerative processes. Historically, this distinction had not been made. The earlier papers which showed poor results with surgery and had been quoted mostly as an excuse not to operate lumped all ulcerative anorectal processes together; in addition, the paucity of effective antiviral agents falsely increased the mortality datal. Since then, classification of ulcerative processes into non AIDS related, viral, neoplastic, bacterial, fungal and 'idiopathic' has allowed precise treatment.
Typical or benign anal fissures are, in fact, the most prevalent of ulcerative processes in AIDS patients and not directly related to AIDS. They are presumed to be secondary to a hypertonicity of the internal anal sphincter2. Diarrhoea, by diminishing the stretching effect of a large faecal bolus, may predispose to fissure disease. The characteristic features and differentiation from patholofcal ulcerative processes have been well described . In problematic cases, anorectal manometry may be employed to document abnormal sphincter pressures. Treatment, as in non-AIDS patients, should include bulking agents and topical anaesthetics; in treatment failures, an open lateral internal sphincterotomy is recommended. Relief is prompt in spite of inconsistent and unpredictable wound healing. The paucity of T 4 cells does not predict rates of wound healing! and should not be used as a reason to avoid surgery.
Since prior anoreceptive intercourse diminishes the resting pressure of the anus'', those patients with a history of recent anoreceptive intercourse with AIDS are unlikely to have fissures based on anal canal hypertonicity.
Although both Cryptococcus neoformans" and Entamoeba histolytica 7 have both been implicated in anal ulcers in the HIV + patient, they are exceedingly rare and I do not routinely culture for these pathogens unless clinically indicated.
Mycobacterium tuberculosis may present as ulcers;
diagnosis is difficultbecause only 10-40% of HIV+ 4 patients will have a positive PPD 8. Grossly, the anal ulceration is superficial and circumferential with the long axis perpendicular to the lumen. Diagnosis is made by culture. The prevalence of syphilis in the HIV+ patient should alert the physician to perform dark-field microscopy and biopsy for Treponema pallidum. Negative serology does not exclude the diagnosis because serological tests do not become positive until the primary chancre has been present for several weeks. In addition, HIV+ patients may have a prolonged interval between infection and seroconversion", Chlamydia! ana! ulcers are classically described as painful with poorly demarcated borders with necrotic irregular bases covered with a mucopurulent exudate, associated with painful lymphadenopathy. A culture obtained from the base of the ulcer is diagnostic. Treatment of chlamydia in the HIV+ patient (and all sexually transmitted diseases) is more difficult with higher incidence of treatment failures'", Herpes simplex virus (HSV)is the most common virus affecting the anus of the AIDS patient. After having gained entry, the HSV resides in the sacral ganglia. Upon reactivation, it forms vesicles, which, in the AIDS patients, coalesce forming a large denuded area around the anus!'. In addition, pain along the sacral dermatomes may be seen. Although they may form isolated vesicles,HSV does not cause large ulcers within the anal canal. Isolation of HSV from ulcers within the anal canal should be thought of as a contaminant. Isolation of the virus is best performed by biopsy or Tzanck preparations. Oral acyclovir should be empirically started and relief is often seen as early as 2 days. Failureof prompt relief would suggest another aetiology or an acyclovirresistant strain. Synergism between the HIV-1 is being reportedl-, Much controversy surrounds the role of cytomegalovirus (CMV) in anal ulcers. Although previous investigators have identified CMV in perineal ulcers 13 , the implications of those findings are controversial. Since CMV is ubiquitous in the AIDS patient, it may be a frequent non-pathogenic bystander or secondary invader rather than the primary cause of disease. In addition, it has a predilectionfor endothelial cells found in granulation tissue, many times seen in AIDS-specific ulcers.
When it does cause disease, mucosal CMV infection causes inflammation and tissue necrosis with vascular endothelial involvement and subsequent ischaemic mucosal injury. A reasonable definition, suggested by Goodgame's, of CMV disease is an ,erosive or ulcerative process in the wall of the gut in which the presence of CMV is shown by routine histological examination, culture, or antigen or DNA staining, in a person in whom other explanations for the lesion(s) have been excluded'. My reluctance to implicate CMV in AIDS-specific ulcers derives from the routine lack of identification of CMV in culture or histopathological findings of CMV infection and lack of predictable response to anti-CMV medication, e.g. DHPG.
Loss of immune surveillance is thought to predispose the AIDS patients to a variety of neoplasms. Unfortunately, all AIDS-related neoplasms may present as an ulcerative process in the anorectum.
Squamous cell carcinoma is thought to arise from infection with the onco~enicsubtypes of the human papilloma virus (HPV) 5, notably types 16 and 18. The oncogenesis is thought to occur through inhibition of the p53 suppressor protein by the E6 and E7 gene 16 • The incidence of squamous cell carcinoma is increasing in the HN + population17.
A variety of extranodal B cell lymphomas present as an ulcerative eroding intra-anal mass 18 • Kaposi's sarcoma may appear as a rectal ulcer-". Because of th~possibility that an ulcerative process is associated WIth any of the above neoplastic lesions, biopsy of ll .ulcerative processes that appear atypical is indicated.
AIDS-specific ulcers are extremely debilitating, and thus far, have escaped implication by anyone pathogen. Their characteristics have been previously described 3 . They are extremely erosive, appear m?re proximal in the anal canal and are longer and WIder than benign fissures. In addition, they transgress all mucosal and sphincteric planes. They may erode into the superficial and deep postanal spaces and out of the anal skin. The erosive process may affect the inferior rectal arteries, causing life threatening haemorrhage.
The symptoms are secondary to the expected pain of a fissure; in addition, the pocketing in the cavity produced by these ulcers causes a pressure sensation from the pus and stool in these cavities. Typically, the patients will describe intermittent pressure and then spontaneous relief. The ulcers tend to be single, usually in the posterior quadrants of the anus.
As alluded to previously, attempts to identify a causative agent have been disappointing. Earlier studies (personal observation) identified a high quantity of HN particles. Routine histopathology and culture failed to consistently identify a pathogen. recent finding with, as yet unknown significance, IS that the majority of these ulcers have HPV 16 and 18 adjacent to them without any clinical condylomata.
The erosive nature of these ulcers suggest a mechanism based on cytokine expression. It is Gottesman. Western blot test for syphilis diagnosis 5 known that HN may cause Significant cytokine release-". A treatment protocol which we have used in 30 patients combining operative debridement of the ulcer with marsupialization with intralesional injection of a depot steroid preparation (80 mg/cc) caused significant pain relief in 95% of patients. Current investigation is focusing on tissue cytokine levels in these ulcers.
Proper examination of the patient is, unfortunately, frequently not performed leading to an error in diagnosis. Examination should be performed in the left lateral or prone-jack-knife position. Visual inspection for evidence of pus, evidence of coexisting faecal incontinence or midline skin tags suggestive of fissures should be initially performed. Afterwards, visual inspection by gently spreading the buttocks will reveal midline fissure, in the case of typical fissures. If one gets a gush of yellowish fluid, then a suggestion of an ulcerative process which is now discharging should be entertained. Following this, a digital examination feeling the ulcer, any fistula or mass is performed, along with assessment of the basal sphincter tone. A rigid proctoscopy is done to assess the rectal mucosa, any coexistent inflammation and the extent of the ulcer. Retroflexion of a flexible sigmoidoscope is not valuable.
In summary, anorectal ulcerative disease can usually be successfully palliated or cured in the AIDS patient. A systematic approach with liberal use of surgical biopsy and debridement will afford the proper diagnosis and satisfactory treatment options.
